The simultaneous detection test gave no evidence for the presence of RNA tumour viruses in herpesvirus induced malignant lymphomas of non-human primates. The I2 tumours tested were obtained from three different monkey species inoculated with Herpesvirus saimiri or Herpesvirus ateles. Particles encapsulating RNA-instructed DNA polymerase and high mol. wt. virus-related RNA were easily demonstrated in tumours of the mouse induced by type-C or type-B oncornaviruses and in human lymphoid cells infected with simian sarcoma virus type ~ which were examined in parallel. Attempts to demonstrate partial expression of an oncornavirus genome in the herpesvirus induced tumours and attempts to detect an interspecies antigen related to monkey oncornaviruses were negative and strengthened the observations made with the simultaneous detection test.
The detection of particles with properties of RNA tumour viruses in Burkitt's tumours and in tumours of the Marek's disease was recently reported (Kufe et al. 1973; Peters et al. I973) . Since both turnouts are closely linked in their etiology with herpesviruses (Klein, I97Z) , the detection of these particles raises the question if oncornaviruses are necessary as a co-factor in the etiology of herpesvirus induced tumours. To explore this possibility the tumorous spleens or lymph nodes from I2 non-human primates with malignant lymphoma induced by oncogenic herpesviruses (Herpesvirus saimiri and H. ateles) (Laufs & Fleckenstein, 1973; Laufs & Mel6ndez, 1973) were tested for the presence of particles encapsulating RNA-instructed DNA polymerase and high tool. wt. virusrelated RNA.
The RNA-instructed DNA polymerase and high tool. wt. 7o S RNA are two diagnostic features of the RNA turnout viruses. Their simultaneous detection is possible with a new technique (Schlom & Spiegelman, 1971; Gulati, Axel & Spiegelman, I972) . Briefly in this test the [aH]-DNA transcript synthesized in vitro by the reverse transcriptase is demonstrated as a complex with the virus 7oS RNA template. To determine the sensitivity of this technique in our laboratory tumorous spleens of BALB/c mice infected with Rauscher leukaemia virus (RLV, kindly supplied by Dr D. Kufe, Institute of Cancer Research, Columbia University, N.Y.), mouse mammary carcinoma tissue from C3H mice infected with mouse mammary tumour virus (MMTV) and NC-37 cells carrying simian sarcoma virus type I (SSV-I, kindly supplied by Pfizer Inc., Maywood, New Jersey) were examined in parallel with the monkey tumours for the presence of RNA tumour viruses. The monkey tumours included: 4 induced with Herpesvirus saimiri (HVS) in CT-marmosets (Saguinus oedipus), 2 induced with H. ateles (HVA) A distinct peak of acid-precipitable [aH]-TTP was observed in the glycerol gradient with a sedimentation coefficient of 7o S after examination of the mouse turnouts induced with RLV and MMTV. The [3H]-TTP peak represents complexes which contain 7oS RNA molecules since prior treatment with RNase (Kufe et al. I973) eliminates the peak (Fig. I) . The tumorous spleens or lymph nodes from non-human primates with malignant lymphoma were found to be negative for [aH]-DNA-RNA complexes in the 7oS region of the glycerol sedimentation velocity gradient (Fig. 2) .
The presence of inhibitors in the monkey tumours directed against the DNA polymerase was excluded by reconstruction experiments. One half of a pellet of NC-37 cells infected with SSV-I was mixed with an equal vol. of monkey tumour cells. This cell mixture was (Kufe et al. I973) . Part of the product bands in the RNA density region (Fig. 3) , This radioactivity peak consists of DNA molecules which remained complexed to large virus RNA molecules. The [3H]-DNA-RNA complex could be destroyed by incubation with RNase. The radioactivity peak in the DNA density region represents DNA product released during the manipulation. No peak with [3H]-TTP could be found in the RNA density region of the Cs~SO4 buoyant density gradient after examination of 6 HVS and 4 HVA tumours of CT-marmosets (Fig. 4) . The absence of RNA virus particles does not exclude the presence of an integrated RNA virus genome which is non-productive but partially expressed or silent. Since no [3H]-DNA product could be isolated from the herpesvirus induced malignant lymphomas the polyribosomal RNA of the tumour cells was analysed with the [3H]-DNA product of SSV-~ for base sequences from the hypothetical RNA tumour virus. Assuming a base homology of the simian oncornavirus SSV-[ with the hypothetical RNA virus, which could interact in a non-productive state of activity with the oncogenic herpesviruses from non-human primates, the [3H]-DNA product of SSV-I should hybridize with the polyribosomal RNA from the monkey tumour cells.
The [3H]-DNA-RNA complexes obtained in the 7oS region of glycerol sedimentation velocity gradients from the NC-37 cells infected with SSV-I were precipitated with two volumes of ethanol in the presence of 0.2 M-NaCI at --2o °C for I2 h and treated with 0"5 M-NaOH at room temperature for 4 h to hydrolyse any virus RNA present. The radioactive DNA product banded solely in the DNA region of a Cs2SO4 gradient (Steinke, Laufs & D6rfler, ] 975). The [aH]-DNA was denatured by incubation at 80 °C for I5 min in 50 ~ formamide-5o ~ 5 mM-EDTA and subsequent quick chilling. The polyribosomal RNA used in the hybridizations was derived from a cytoplasmic pellet consisting of a I6-2 mixture of monosomes and polysomes according to a recently described method (Kufe, Hehhnann & Spiegelman, I973a ) . Annealing reactions between [3H]-DNA of SSV-I 0ooo to 2ooo ct/min) and RNA from polysomes of tumours (300/~g) were performed in IOO/zl 0"4 M-NaCI-5o ~ formamide-5o ~ 5 mM-EDTA at 37 °C for 24 h. Annealing reactions were analysed in Cs2SO4 gradients (Kufe, Hehlmann & Spiegelmann, I973) -About 4o ~ of the input [3H]-DNA from SSV-I hybridized to the polysomal RNA from NC-37 cells infected with SSV-I (Steinke et al. 1975 ) but no pH]-DNA hybridized to the polysomal RNA from herpesvirus induced tumours. All of the eight different herpesvirus induced tumours tested so far gave negative results in the annealing reactions with the [3H]-DNA product of SSV-I. These observations, which gave no indication for a partial expression of an oncornavirus genome, do not rule out a silent oncornavirus genome in the tumours. However, the lack of nucleic acid sequences homologous to single-stranded [3H]-DNA transcripts prepared from SSV-I and gibbon ape type-C virus in any primate tissue DNA and the lack of sequences homologous to a [SH]-DNA transcript from a baboon type-C virus in the DNA from New World monkey tissue (Benveniste et al. I974) do not favour the involvement of a silent oncornavirus genome in the etiology of herpesvirus induced tumours in New World monkeys.
The negative findings could be due to the limited sensitivity of the simultaneous detection test. However, our observation that the herpesvirus induced tumours of New World monkeys do not contain reverse transcriptases as shown in the simultaneous detection test was strengthened by attempts to detect an interspecies antigen related to monkey oncornaviruses. Virus reverse transcriptases and intraviral gs antigens have provided the most significant markers to date for detection and specification of type-C viruses (Aoki, r974) . 
